the shunt implant, but the use of CT scan as a routine measure disclosed also the presence of asymptomatic subdural haematoma in two patients.
In a consecutive series of 175 hydrocephalic cases treated by insertion of a ventricular shunt, Illingworth (1970) recorded eight cases of subdural haematoma. Anderson (1952) described three cases of reactive subdural haematoma in a group of 24 infants treated surgically for hydrocephalus, and Davidoff and Feiring (1953) also reported three cases in a group of 85 chronic hydrocephalic children treated surgically.
Summary of cases
In the present group, whose details are summarised in the subdural haematomata. The interval between the operation and the discovery of subdural haematoma in this age group varied between five and nine weeks. In three patients the operation was for primary implantation of a shunt, and for revision of the shunt in the fourth. The other two patients (cases 2 and 6) were aged 18 months and 4 years 9 months at the time of operation which was for shunt revision and primary implant respectively. Both developed subdural haematomata contralateral to the operation site.
In three patients, haematomas were evacuated through burrholes. One case died on the first day after operation. The other two cases recovered well. The remaining three cases did not require any treatment.
Discussion
Reactive subdural haematoma is thought to be the result of bleeding into the subdural space from the sudden reduction of intracranial pressure induced by CSF drainage. When the distended ventricles are drained and the intraventricular pressure is reduced, the brain tends to collapse, the subdural space widens, and disruptive traction is brought to bear upon the bridging veins. Skull enlargement, if present, exaggerates this effect, because of the great discrepancy in volume between the size of the brain and that of the cranial cavity. It appears that subdural haematoma may develop insidiously after operative decompression of the hydrocephalic brain, the enlarging haematoma easily acquiring room by occupying the space created through loss of cerebrospinal fluid, or by depressing the brain. The discovery of subdural haematoma in a patient with virtually no symptoms is of interest. It suggests that some sort of balance can be reached between the pressure in the subdural fluid and the pressure in the shunted ventricles.
In all these 30 patients, a low pressure release valve was inserted. This must be thought to be the most important factor contributing to the development of the subdural haematoma, but it is worth noting that Portnoy et al. (1973) 
